Introduction: Ang-1 (a potent anti-apoptotic factor) and -2 modulate angiogenesis in the presence of VEGF, but are natural antagonists of each other as they both bind a common receptor, Tie-2. We hypothesised that endothelial damage as measured by vWf in CHF may be linked to the imbalance of Ang-1 and -2 levels, promoting endothelial apoptosis and damage. Ang-2 expression is known to be induced by hypoxia as well as VEGF. Method: All patients (30 acute CHF, 30 chronic CHF) were in sinus rhythm with ejection fraction of 140%. Plasma vWf, Ang-1 and -2 and VEGF were measured by ELISA and levels compared with 26 age-matched healthy controls. Results: fsee table) vWf was significantly higher in CHF compared to controls with no significant difference between acute and chronic CHF. Ang-2 was highest in acute CHF, intermediate in chronic CHF and lowest in controls. There was no significant difference in Ang-1 levels between groups. Ang-2 correlated with vWf (Spearman r=0.436pc0.0001), and VEGF (Spearman r=0.641 ;p<O.OOOI). conclusion: Elevated Ang-2 levels in CHF may be competitively binding Tie-2 and thus, antagonise Ang-I, which itself, inhibits apoptosis. Hence, the imbalance between Ang-I and -2 levels may actually promote endothelial damage in CHF. This is supported by the raised vWf levels in CHF and the correlation between Ang-2 and vWf.
